[Inheritance of susceptibility to tumors and metastases in rodents].
The behavior of two spontaneous transplantable rat tumors and a mouse lymphoma was studied in different hosts. A resistant (eR) subline to Sarcoma E 100 (S-E 100) and a susceptible one (eS) were obtained by divergent selection carried out in an inbred line of rats IIM (e). The phenotypic frequencies of the resistant and susceptible individuals to S-E 100 in the base population e and eR, eS, F1 and F2 fitted with the theoretical frequencies of a model of two independent pairs of genes, one (T) with complete dominance (locus SE1) and the other (R) with partial dominance (locus SE2). Locus SE2 would regulate the antitumoral response. Resistance to S-E 100 was found to be a dominant trait. The subcutaneous challenge of eR and eS rats with Lymphoma TACB (L-TACB) showed a different behavior. Subline eR (resistant to S-E 100) was susceptible to L-TACB while subline eS (susceptible to S-E 100) was resistant. A tumor-host interaction was found, revealing that genotypes resistant to S-E 100 were susceptible to L-TACB; in addition, susceptible animals (eR) developed lymph node metastases. It was observed, using animals of different genotypes, that susceptibility to L-TACB metastases and to local tumor growth, would be conditioned by different genes. Delayed type hypersensitivity (DTH) to tumor antigens (S-E 100 and L-TACB) and humoral immune response and DTH to sheep red blood cells (SRBC) were investigated in eR and eS rats. Differences between both sublines were statistically significant suggesting that genes involved in the divergent selection would regulate the antitumoral immune response.(ABSTRACT TRUNCATED AT 250 WORDS)